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CASE HISTORY
A woman aged 76 had an unusual pattern of renal impairment. Ten years previously she had experienced an inferior myocardial infarction, at which time serum cholesterol had been 8.7 mmol/L, serum triglyceride 3.2 mmol/L and blood pressure 160/80mmHg. She stopped smoking and was treated with aspirin, atenolol and nifedipine in addition to glipizide, which she was already taking for diabetes mellitus. Coronary angiography post-infarction revealed widespread small-vessel disease not requiring bypass grafting or angioplasty. Two years ago, she was seen with acute shortness of breath due to pulmonary oedema. Blood pressure was 180/ 110 mmHg, urea 15 mmol/L and creatinine 187 imol/L and she had proteinuria (dipstick). An echocardiogram showed good left ventricular function and her breathlessness was attributed to 'flash pulmonary oedema' secondary to renal impairment of unknown origin. Renal function became normal and blood pressure was 150/70 mmHg on discharge. One year ago she had a second episode of acute pulmonary oedema and renal impairment, and an echocardiogram again showed good left ventricular systolic function. Renal function continued to decline (urea 14.2 mmol/L, creatinine 280 pmol/L) and a non-tender maculopapular rash appeared over the legs and trunk. Temperature was 37.8°C, there was moderate proteinuria, white blood count was 11.8 x 109/L, erythrocyte sedimentation rate was 96 mm/hour and C-reactive protein was 2.4g/dL (reference: <1 g/dL). Serial urine and blood specimens were negative on culture. Serum immunoelectrophoresis was normal, antinuclear antibody, antineutrophil cytoplasmic antigen, cryofibrinogen and cryoglobulin tests were negative and antistreptolysin-O titre was not raised. Renal ultrasound showed small symmetrical kidneys (8.5 cm) without cortical scarring or obstructive uropathy. On skin biopsy there was focal inflammation with capillary thrombus and leukocytoclasis, raising the possibility of vasculitis, and renal biopsy showed background hypertensive vascular injury and interstitial fibrosis, with evidence of cholesterol embolization to the interlobular arteries and afferent arterioles (see Figures 1 and 2) . No immune complexes were demonstrated and there were no features of vasculitis. The rash gradually resolved and renal function improved, urea 4.7 mmol/L and creatinine 103 imol/L. In view of the hypercholesterolaemia, we started our patient on atorvastatin, hoping to reduce the risk of further embolization. However, three months ago there was a further episode of acute pulmonary oedema, and acute renal impairment (urea 28.1 mmol/L, creatinine 396 klmol/L, and dipstick proteinuria). Our clinical diagnosis was recurrent cholesterol embolism and again there was rapid underlying atheromatous renal artery occlusion, and we suspect that this was present in our patient. Regarding treatment, there is some evidence that a statin can stabilize atherosclerotic plaques, reduce the propensity for atheroembolism and thus preserve renal function5.
Recurrent spontaneous cholesterol atheroembolism, characterized here by short-lived episodes of acute renal failure and pulmonary oedema, does not seem to have been described previously. This possibility should be considered in any elderly diabetic patient with established atherosclerotic disease who presents with impaired renal function and pulmonary oedema. Although immune complex deposition in and around small arteries is a common finding in patients with systemic lupus erythematosus (SLE), severe acute inflammation of the arterial wall is seldom described in the condition. By way of contrast, the characteristic histological changes in polyarteritis nodosa and Wegener's granulomatosis include acute inflammatory lesions of the arteries in the absence of immune complex depositionl. Here we present a case where classic SLE evolved into a systemic vasculitis, with multiple aneurysm formation.
A woman aged 24 was seen at a district hospital with arthritis affecting shoulders, hands, and knees. The initial investigations revealed lymphopenia, a mild normochromic normocytic anaemia and an erythrocyte sedimentation rate (ESR) of 104mm in the first hour. She was found to have a raised titre of antibody against double-stranded DNA, Ro, La, and Sm. SLE was diagnosed and she was started on treatment with a non-steroidal anti-inflammatory drug, but joint pains remained troublesome. Six months later she developed mild oedema and her urine contained protein and a trace of blood. Protein excretion was 0.9g per 24 hours and creatinine clearance was 142mL/min. After a further 2 years, low-dose prednisolone was prescribed for symptomatic relief of pleurisy and joint pains. 3 years after the onset of disease she developed acute onset epigastric pain, and abdominal ultrasound demonstrated a vascular lesion in the liver. She was referred to the department of surgery in this hospital.
On admission she complained of a constant severe epigastric pain radiating to the back. There had been no vomiting or anorexia. The pain was not exacerbated by movement or posture. Medication on admission was prednisolone 5 mg per day, omeprazole 20 mg per day Departments of Rheumatology, 'Radiology, and 2Surgery, Royal Free Hospital and School of Medicine, London NW3 2QG, UK.
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